CONCLUSION.
Whereas it was shown that apoptosis of Val5 and 3T3LI cells is dependent on Cdc25A expression (4), N.1 ovarian carcinoma cells suppress Cdc25A protein level prior apoptosis (1, 2) . Ectopic expression of Cdc25A in rat 423 cells prevents apoptosis due to the phosphorylation of Akt. Akt-activation is presumably achieved by Raf1, which co-precipitates in the same multi-protein complex with Cdc25A and Akt. It was shown that Raf1 becomes dephosphorylated and activated by Cdc25A. We assume that the pro-apoptotic activity of Cdc25A observed by others (4) in Val5 and 3T3LI cells might be exerted due to nuclear and cell cycle-specific function. In contrast, the majority of Cdc25A in rat 423 cells is located in the cytoplasma, which also explains interaction with Raf1 and Akt, two proteins acting close to the cellular membrane.
